Gross examination of the lungs revealed cavitary lesions in the anterior segment of the right lung explaining the bronchoscopic finding of bleeding arising from the anterior segment of the right upper lobe. Necrotizing cavitary lesions have been described in patients with P carinii pneumonia,5-7 but hemoptysis was not reported in those patients. We believe that lung destruction and cavity formation are the results of host overreaction rather than destruction caused by P carinii, as there were abundant macrophage infiltrations and only a few P carinii organisms in cavitary lesions. Activated macrophages are known to produce elastase leading to lung necrosis." Although she had a ten pack-year history of smoking, prior chest roentgenograms failed to reveal right upper lobe disease. We believe she was ap proaching the end of her human immunodeficiency virus disease course because of two prior episodes of P carinii pneumonia, although CD4 count was not done.
Endocardia! involvement associated with disseminated histoplasmosis has been infrequently documented, especially among patients with prosthetic valves. The therapeutic approach to these patients is also not yet clearly defined. A 54-year-old man with prosthetic valve endocarditis due to histoplasmosis was successfully treated with antphotericin B. A review of the literature suggests that the optimal form of therapy is likely a combination of surgical replacement of the involved valve and high dose amphotericin B. Successful therapy with amphotericin B alone may, how ever, be achieved if surgery is not a viable option.
(Chest 1991; 99:253-56)
Endocardial involvement as a form of disseminated his toplasmosis is reported to be the third most common cause of fungal endocarditis. ' Nevertheless, it has been infrequently documented, with only 33 published cases to date,2â€¢" of which only four cases have occurred in prosthetic valves.5 "1B17None of the four patients survived. We describe a successfully treated case of Histoplasma endocarditis involving a bioprosthetic valve, and review the published cases of Histoplasma endocarditis to date with emphasis on both therapeutic decisions and outcomes.
CASEREPORT
A 54-year-old white man was admitted in June 1987 with a threeweek history of lethargy, anorexia, headaches, and chills. Past history included rheumatic heart disease with mitral stenosis, necessitating valve replacement with a bovine prosthesis in 1985. Temperature was 38.8Â°C. Dental caries were observed. Cardiac auscultation revealed an opening snap, a 2/6 systolic murmur and 1/6 diastolic rumble, both heard at the apex. There was tenderness in the right upper quadrant without a palpable liver. 
DISCUSSION
Successful therapy of prosthetic valve endocarditis sec ondary to histoplasmosis has not been reported prior to the present case. The successful outcome of our case may be related to a higher total dose of amphotericin B, but the small number of reported cases does not allow firm conclu sions in this regard. It is as well possible that the 29 month follow-up to date is too short, and evidence of recurrence may become evident with time. We, however, feel this to be unlikely as all cases of recurrence have occurred within one year of therapy.'7J*""i '7 Characteristics of the 34 reported cases of Histoplasma endocarditis to date are summarized in Table 1 . The disease appears to have a predilection for middle-aged men. Struc tures most frequently involved are the mitral valve in seven cases (23 percent), aortic valve in 16 cases (47 percent), both valves in three cases (9 percent), and the tricuspid valve in two cases (6 percent). In approximately one half of eases the diagnosis was made antemortem.
Initial lumbar puncture on our patient revealed a cerebrospinal fluid neutrophilia undated with a depressed glucose. Although no organism could be identified, we feel this was consistent with meningitis due to disseminated histoplas mosis. Unfortunately, no serologic studies were performed on the cerebrospinal fluid. The clinical course, cerebrospinal fluid findings, and good response to therapy in our patient is consistent with previous experience." 'T he finding of adrenal insufficiency in this case is of relevance. As has been previously noted," it is frequently associated with disseminated histoplasmosis and is the most common cause of mortality that goes unrecognized.
Immunologic assessment in our patient revealed signifi cantly impaired cellular immunity. We feel the basis of this to be related to the severity of the infection rather than to a primary or associated disease process, as none could be identified, and the patient has remained otherwise well in follow-up. Repeat immunologic assessment would have been informative in this regard, but unfortunately was not per formed.
A review of the therapeutic modalities (Fig I) emphasizes the importance of correctly establishing the diagnosis and initiating therapy. Of the 17 patients who did not receive therapy, all died. Of those treated with amphotericin B alone, four were presumed cured and five have died. There is no significant difference in average amphotericin dose between those who have survived (3.6 g) and those who have died (4.3 g), even excluding patient 9 who died after receiving 7.4 g orally. There was a trend towards a survival advantage with amphotericin B combined with surgical intervention, with five cures reported among the seven cases of which the outcomes are known.
To summarize, disseminated histoplasmosis complicated by endocarditis, especially if a prosthetic valve is involved, has a grave prognosis if untreated. Early diagnosis and therapy is therefore essential. The optimal form of therapy is unknown; however, the current literature suggests a combination of surgical intervention and amphotericin B. If surgery is not an option, cure may be achieved from high dose amphotericin B therapy alone.
*From the University of Ottawa Heart Institute, Ottawa, Canada.
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An acute aortic dissection with rupture in the descending aorta led to suffusion of blood into the soft tissue of the neck with sufficient pressure to cause not only superior vena cava obstruction, but also trachea! obstruction. Airtic dissection results from a tear in the aortic intima which allows blood to enter the aortic media and may then propagate distally and on occasion, proximally. Known risk factors for aortic dissection include hypertension, congenital abnormalities of the aortic valve, coarctation of the aorta, Marhm's syndrome, other connective tissue dis orders and iatrogenic causes. The clinical presentation of aortic dissection can be quite variable and is often related to alteration in end-organ blood supply. The most common symptom is chest pain which is present in nearly all cases.' Other common presenting features include syncope, dysp nea, neurologic impairment, aortic insufficiency, and left pleural effusion. Less frequent findings include vocal cord paralysis. Homers syndrome, hemoptysis, hematemesis, heart block and, rarely, superior vena cava (SVC) syndrome. ' The following report describes a patient with acute aortic dissection presenting with symptoms of upper airway ob struction.
CASEREPORT
The patient was a 6.5-year-old Caucasian man who had previously l>een well. On the day oi admission, the patient had sudden onset 
